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Ahstraa 

Sadfigroimd: The Ptostate Cancer PieventioA Txial found 
redu^d prostate cancer prevalence for mgn treated with fina- 
steride. The public health cost of wide-scale chemoprevention 
IS timdeac. We developed a model to help dazify ihe cost effec- 
tiveness of public use of p io sta l e cancer** preven tive agents. 
Mettiods: A Markov decision onalyBis model was defined to 
detennine the lifetime p r ostate health-related costsi^ begin* 
nlng at the age of 50 yeaiSr for men trebled with fmasteride 
compared twitfa placebo. Model assmnptiano were based on 
data from Oie Fkostate Cancer Frevenlian Tfial^ a literature 
review of eurvival and progression rales lor patiesnls treated 
with radical prostatectomy; and costs associated with 
prostate cmcer disease slates. 

Resulls: Chemoprerention with finasteride fesolled in a gain 
of 13.7 liffi ytiAiB per 1,000 men at a cost of $704^,000 per life year 
samed (LY5K Kcnvever, if finasteride is assnfn<^ to not inciease 



the incidence of high-giade tnroais, it rendets a gain of 21A 
life yeazs per 1,000 men at a cost of $434^000 per LYS; 
finasteride must cost $15 montWy to reach $10(VOOO per LYS. 
When applied to a population at higher risk (lifetime 
prevalence of ^30%) for developing prostate cancer^ the cost 
of finasteride must be reduced fnmi its current coet (S62/mo) 
to <$15 per monfti for the cost effectiveness to foil below 
$50,000 per LYS. 

Condiisions: Given the natural history of treated prostate 
cance^ implementation of chemoprevention would cequlxe an 
inexpensive medication with substantial cancer risk reduc- 
tion to be cost effective. Targeting popnlations at higher d«k 
lor developing prostaie cance^ however; allows for consider- 
able flexibility in the medication cost to make prostate caAcer 
chemoprevention a more attaixudrie goaL (Cancer Epidemiol 
BiomaricCTS Prev 2006;15(8):a485-9) 



Introduction 

Tlie NIH estimated Giat ttie overaU economic cost of cancer in 
the United States was $189.8 billion in 200^, witiK $69.4 biHicn 
attributed to direct medical costs^ $16.9 bitHon to indirect 
morbidity costs, and $103^ billion to indirect mortality costs 
(1). Prostate cancer is the most common nonsldn znaUgnancy 
and the second leading catise cancer deadi among men in 
the United States (2) An estimated 232^0 new ca^es of and 
30^0 deaths from prostate cancer occurred in the IMted 
States in 2005 (1). Hierefore^ effective prostate cancer 
prevention could stzbstantfaUy reduce overall cancer-related 
costs in the IMted States. 

Ihe Prostate Cancer Prevention Trial (PCPT) examined fhe 
ability of finasteride to prevent pro^te cancer in 18^2 men 
who were 55 years or older (3). Finasteride inhibifes 5a.- 
reductase from metabolizing testosterone into the more 
patently cardnogetuc androgen dihydrotestosterone atkd thus 
lowers the level of dihydrotestosterone in the prostate. PCPT 
partlcq>ants were randomized to finasteride ot a plac^o and 
then treated and fbllowi^ for 7 years. Hie 7-year prevalence of 
prostate cancer was reduced by 24.8% in the finasteride versus 
in ihe placebo group. However, titiere also was an increase in 
high-grade prostate tumors (Gleason score of ^7) in the 
finasteride compared with the placebo group (37% versus 
2Z2%). This M^-grade finding of the PCPT has coittplicated 
the assessment of competing benefits, risks, and costs and thus 
prevented the community-wide acceptance of fir^asteride for 
prostate cancer prevention. Indeed, no drt^g has been 
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approved by the U.S. Pood and Dnig Administration for 
prostate cancer prevention to date. 

We designed the current study to develop a model diat can 
assess the financial effect on society of the public healfh use of 
a prostate caiusr-preventive agentir such as finasteride^ by 
millioiis of men at risk. 

Materials and Methods 

Maxlcov Decision Analysis. A Markov decision analysis 
model was created to compare the lifietime cost associated with 
treatmg men at risk for prostate cancer wi^ finasteride versus 
witiiout finasteride. The inodel was designed to compare the 
financial effect of this cost on the public. Similar to the PCTT 
entry criteria, the base case was assumed ta have a prostate- 
spedfic aiUigen (PSA) of :^.0 mg/mL, a normal digital rectal 
exam, and an American Urolog;ical A$eociatian symptom score 
of <20 (3). The base case is a 30-year-oId man who receives 
daily finasteride treatmient for a total of 20 years or until 
prostate cancer is diagnosed. As shown in Hg- we assumed a 
sizzq>Ie model of disoise progression that occurred in a fbaed 
sequence of health states: {a) cancer free, (2^) prostate cancer 
(Gleason grades 8-10, 7, 6, or 2-5)^ (c) biochemical recurreruse of 
prostate cancer, (d) metastatic disease, and (e) death. At the 
conclusion of each ll-mcnth cycle, the patient could remain in 
the same healfii state^ experience progression of their disease, 
or die of unrelated causes. Following the diagnosis of Cancer, 
the patient -undergoes immediate ladic^ retropubic prostatec- 
bomy and pelvic lymph node dissection without adjuvant or 
neoat^'uvant therapy. Biochemical recunenoe, when present 
was managed initially with watchful waiting. No patient 
received early hormone ablative therapy. If ttie patier\t entered 
the metastatic disease health state, it was assumed that he 
would be treated with androgen ablation therapy using 
leuprolide acetate. No additional costs were added fox- 
potential use of chemotherapy t^ecause chemotherapy u$e is 
inconsistent in patients with androgen-independent prostate 
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cancer. However, an additional analy^ was conducted after 
applying cost for sahragc tiierapy and chemotiierapy for a 
large number of patients diagndeed ynAi prostate cancer. We 
assumed a quarter of xnen with prostate cancer diagnosis 
received salvage thertoy following PSA recurrence at a cost 
of $15,000 and one halTof men with metastatic disease received 
diemotheiapy at a cost of $50j000. Markov modeling was 
designed with TreeAge Pro Healthcare (4). The lifetime cost 
lor chemopreventiOA is de6ned as lifetime cost of pre- 
ventive medication plus i^ Ufietime cost of prostate cancer 
caie considezing; ftie xeduoed risk of developing any prostate 
cancer and the increased risk of developing hi^i-grade 
prostate cancer on finasteride. The lifetime cost of ttie placebo 
aim is just the Ufetime cost <^ prostate cancer treatment consi- 
dering die increased risk of developing any prostate cancer 
and reduced riek of developing h^-grade prostate cancer 
versus finasteride. The cost per life year saved (LYS) is the 
difierence between the tifetime costs for the chemoprevention 
group and placebo group divided by the gain of life years. 

Asswuiplions 

Prostate Cancer Incidence. The prostate cancer incidence for 
men was based on for-cause biopsy detection rates (and 
excluded cancer detected in end-of-study biopsies, which were 
not for cause) in ttie placebo arm of the FCFT (3). To estimate 
ttie age-^peciEc incidence rates for men not represented in the 
PCPT (age <55 years) and to determine Kfexme prostate cancer 
incidence rates, a smooth isotonic regression curve was 
applied to the age-spedfic detection rates observed in the 
PCPT. Incidence rates among finasteride-^reated men w^ 
deilved from the placebo arm detection rates after applying 
a yearly relative risk zeductian afforded by fmasteiide. Based 
on these htdturs, flie estimated average lifetime probability of 
developing prostate cancer is 12.5% with finasteride versus 
16% without finasteride. In the PCPT, men treated with 
finasteride were found to have an increased dJstnbution of 
higher grade tumors compared with men in the placebo arm. 
Howevety ^ere is some evidence that this distribution may be 
a grading bias (5-7). llierefore^ we did an analysis with and 
without a difference in Gleason score distribution. 



Outcomes Folhwing Treatment of Prostate Cancer. The loz\g- 
benn progression and survival rates for pattenb treated with 
radical prostatectomy are bafed on literature about the natural 
histoxy of treated prostate cancer (TaAAe 1; refs. 8, 9). To 
approximate the oiTtcomes of men trom the FCPT, we \ised 
ptd)lications choiacteziang outcomes among patients with low- 
stage disease (Tic and T2fr-b) In the PSA era i^ien available 

Costs. Cost data afe shown in Table 2 (10-14). All data were 
collficted froz^ co5tr not charge^ data. All costs were updated to 
2D05 doUoEs with tlte Gross Domestic Product Defl^r 
Inflation Calculator (15). An annual discoimt rate of 3% was 
applied to future costs and futuxe yeaxs of life (16, 17). 
Discounting is necessary when Uie experience of the patient in 
the near term is valued more than future costs and health 
outcomes (18). Medication costs were based on average 
manufacturer's wholesale drug price. The cost of finasberide 
was based on current costs at a nationwide phannacy (ref . 19; 
$62/mo) and this cost accumulated until the patient was 
diagnosed with prostate cancer, died from other causes, or 
readied 70 years of age- 
Cost of radical retropubic prostatectomy induded the costs 
of hospitalizadon and tlxe cost of immediate and late 
c033:)pUcatian5 (20). Prostate cancer-related costa depend on 
the patient's disease status. Pollowtng retropubic prostatecto- 
my^ costs include follow-xip physician visits arui PSA 
laboratory tests. Yearly costs associated with PSA recurrence 
and metastases are shown in Table 2. 

Effect of Finasteride <m Benign Prostatic Hyperplasia. The risk 
reduction afforded by finasteride for preventing l>enign 
prostatic hyperplasia was based On data from ttie Medical 
Therapy of Prostatic Symptoms Trial QX), Average treatment 
cost for men with benign prostatic hyperplasia was based on 
treatment costs, including medical and surgical therapy. 

Sensitivity Analifsis. Sensitivity analysis was done to inves- 
tigate the effect of adjusting several of the base ease 
a ssun ytians. Prostate cancer incidence rates fbtuut in the 
PCPT were used for the model to reflect a scenario of 
diemcprevention for men without prostate cancer at the onset 



Table 1. Transition probabilittes for dHferent health states 



Gleason scare 


No evidence of disease to 
biodisnical recurrence, y (8) 


Kochemical recurroicE to 
metastatic disease^ y (9) 


Metastatic disease to prostate 
cancEsr deativ y 19) 




3 


10 


15 


5 


10 


5 10 


8-10 

7 

6 

2-5 


025 
021 
015 
012 


0.43 

0.25 
0^0 


O50 
042 
031 

023 


062S 
025 
025 
025 


0.8125 

05 

05 

03 


050 0375 
050 0J75 
O50 0.B75 
050 0.675 
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Table 2. Assumptions on modd variables. indmCng costs 
of medication, disease status, treatmetrt procedures, vlats, 
and tests with additional ass umption s on tive prevalence 
and effe ctiveness of finasteride on benign prostate 
hypertropliy 



Variable 


Base fyyf 








Gensmvxiy 
analysis 


Medications (axmual US- deiOOiS) 






^RjiastEEiile 


749 


7X^-^959 


L€Eiipirolicle scetate (11) 


5,709 


2317-8 111 


aBlocter (19) 


432 




tXtaease states (armiial cost&y \JS. doUan) 






BiocliOTUcal f6cuiTcnce (11) 


37\ 


231-927 


Metastasis (U) 


463 


231-927 








Coat of terminal care for 


40^44 




prostate cancer (11-13) 






Radical retropubic jmKtatetiboaxy (20) 


IB^ 


15,67&-21jQ20 


Ccmipliiationd from retiopulric 






prost&tectomy (20) 








GO 


90-100 


PSA laboratory test* 


7 




Transuredtxal resectiaii of pxoetale* 






Prevalence of benign, piostatic 






hyperplasia (14) 






Aee <65t 


0.15 


OJO-20 


Age2^5y 






Relative effect of finasteride on 


60 


50-100 


pevalence of benign prostatk 






hyperplasia, % (3) 






Discount Rate, % (16, 17) 


3 


1-5 



*Logb1 cost cfltlflfkatefl. 



of jnterventioit. We did sensitivity analyses foDowmg; adjii&1> 
meni of the cost and risk zeducdcm provided by Bnasteride. In 
addition, chemopreventian for hjgh'*zisk popuiatian«, $uch as 
men with a i^mily history of prostate and/or men wi^ higjh- 
grade pitos^Hc tntroepitiielial neoplasia, may l^e more co^ 
effective because of the increase prevalence of the disease. We 
examined the effetb of adjustiiig the prevalence of prostate 
cancer in the population. 



Results 

Reduced Overall, Increased Hi^-Giade Prostate Cancer 
^th Finasteride. Our 6TSt analysis assumed the grade 
distribution of die PCFT-^educed overall prostate cmcer and 
increased higi^grade prostate cancer in the finasteride versus 
the placebo arm (3). Under ihis assumption^ finasteride 
chemoprevention resulted in a gain of 13-7 life years per 
IfiOQ men. At an inczeased lifrtimp cost of per persozv 

(his renders a discounted incremental cost effectiveness ratio 
of $703,847 per LYS for finasteride vecsus no treatment. 

Reduced Ovezail^ No Increased High-Grade Prostate 
Cancer with Finasteride. Based on evidence that the higher 
distribution of Gleason score of ^7 in tiie finasteride versus 
the placebo aim of the PCIT may have been more apparent 
than real^^ our second analysis assumed that finastetide 
reduces overall prostate cancer and does not iiurease the ind- 
dence of high-grqde disease. Under this assumption, finaster^' 
ide cheirujprevention resulted in a gain of 21.4 life years per 
1,000 men. At an iiuzeased lifetime cost of $9^07 per person, 
this xendera a discounted incremental coat effectiveness ratio 
of $434413 per LYS for finasteride versus no treatment 

Sensitivity Analysis. A two-way sensitivity analysis relax- 
ing the assumptions about the disease prevalence and the 
relative risk reduction in the incidence of prostate cancer is 
shown in Table 3. Assuming a 25% r^atzve risk reduction 



Cancer Epidemiology, Biomgrkers & Prevention 1487 

afforded by treatment, the cost of finasteiide was reduced 
fnaa its cuiient cost of $62 per month to $15 per month, the 
cost per LYS would hJl to $52^08 for a population at hig}i risk 
^evalence of ^30% for men age 50 years and older) of 
developing prostate cancer. On wb ottier hand, at a cost of 
$62 per month, a r^ative risk reduction of 50% targeted at a 
population with a prostate cancsr prevalence of ;^35% after die 
age of 50 years would be required to obtain a cost of $100^ 
per LYS. Graphic representations of two-wav sensitivity 
analy^ axe shown in Figs. 2 and 3l Figure 2 shows that 
disease prevalence and Sie pro&tate cancer risk reduction 
aigniHcantly affect the cost ett^veness of finasteride. At a 
cost of S62 per month, the cost per LYS is >$100^000 imless the 
prevalence is >40% and the ri^ reductioa is >50%. In Fig. 3, 
cost eEfecttveness is based on varying drug costs and disease 
prevalences. At low drug costs^ diemqpreventian results in 
<$10O,O0D per LYS even at low disease prevalence. An 
additional analysis was done to bias toward an increased cost 
of prostate caxtcer treatment. We assumed a quarter of men 
witti prostate ranrpr diagnosis received salvage therapy 
fallowing PSA recurrence axtd one half of men with metastatic 
disease received chemotherapy. This lesuhed in a decrease in 
the cost effiectiveness ratio by 3.9%. 

Discussion 

Fmasferide produced a 248% reduction in ptoetate cancer 
prevalence over a 7-year period in the PCPT, The PCPT^ 
however, also found an increased risk of high-grade disease 
with finasteride, which has prevented the widespread use of 
this agent for preventing prostate cancer. Con^ting benefits, 
risks, and costs have emerged as tiie major issue governing 
preventive agent use, and we conducted the pressik analysis to 
explore the potential effect of finasteride or any other prostate 
cancer prevention agent an cRncfT costs in the United States. 

Our analysis shows that finasteride at its current cost 
($62/mo) would result in a significant economic burden to 
societyif taken l>y all men starting attire age of 50 years. Based 
on 2004 census figures, the United States has >28 million men 
over the age of 50 years (http://www-censu5.gov), and 
vntxodudng a medication cofiling $62 per month would add 
billiona of dollars to public ttealth costs. The estimated 
"reasonable" costs per LYS fall in a wide range. In a review 
of cost ef f ecti ven ess analyses, £arle et at (22) noted ttiat most 
Studies did not specify a standard reaaonable cost per LYS and 
Qiat die minorily of Studies specifying a cost pegged it at no 
>$100,000 per LYS, far below ttie modeled finasteride costs of 
$703,847 per LYS (assuming iiu3eased high-grade prostate 
cancer with finasteride) or $434;,113 per LYS (assuming no 
increased* high-grade dfspase with finasteride). In analyzing 
the cost eltectiveness of tamoxifen for M^Hisk women based 



Table 3. Three^ay sensitivity analysis assuming similar 
grade distribution between finasteride and placebo arms 

Relative risk Cost of Lifetime prevalence (men diagnosed 
xcductiDn (%) finasteride aftar tiw age 01 50 yeai^ 

(UAS/mo) 

125% <$) 30.0% ($) 40.0% ($) SQ.O%($) 



25 


15 


92413 


52,908 


39,941 


29,683 




30 


211,163 
467,657 


117^ 


86^41 


61^ 


50 


62 


256;S18 


165,992 


130,238 


15 


37,411 


19,233 


13,299 


8,743 




3D 


91,753 


48y435 


34^433 


22;,901 




62 


209,191 


111,544 


79459 


53/098 


80 


15 


20,855 


9,024 


5452 


^166 




30 


55,864 


27j6«i 


18361 


ii/n? 




62 


131,521 


66.001 


46,907 


30451 



MOmC: ecmlts are cost per LY$^ 



Cancer Epidemiol Biomarkers Prev 200G;15(a). August 2006 



PAGE 20/28 * RCVD AT 6/12/2008 6:56:59 PM [Eastern Daylight rime] ' SVR:USPTO-EFXRFh5/9' DNI8:2738300' CSID:570 895 2702'DURATION ifumpm 



06/12/08 ld:14 FAI 570 895 2702 



AVENTIS KNERR 



@02I/038 



1488 The Cost of Prostate Cancer Chemoprevention 




-^12.5% 
--30% 
—40% 
—•50% 



$500,000 

S $400,000- 
I $350,000 
B $300,000 
I $250,000- 
• ^ $200,000- 
Q $150,000 
$100,000 
SSO.QOO 
$0 

20% 35% 50% 65% 80% 
Relatlvo Risk Reduction 

Figure 2. lWo-'*ay sensitivity analysis. Effect of teUxing assunip- 
nons obout zcktivc zisk reduction andprvv^eiicc assuming finasreiide 
cost of S62 per month. Attaisl^ picvalcncc of prostate cancer ^50 
yesrs of age. 



on the Breast Cancer Prevention TiiaL Hershman et aL (23) 
identified subgroups^ in which the ccst per LYS was ^^O/OOO. 
The coBts of Bnastekde and othex chemoprevention agents 
would drop below $50^00' per LY5 if used in higgler risk 
populations and/or at lower costs as shown in Table 3. Our 
analyeis was based on a societal perspective, and considei^ 
ations for an individu^ at risk for pi06 UU i cancer maybe quite 
different. Many people, especially those at a higher risk, may 
be willing and able to p^y out-of-pocket for a chemopreventive 
agent with a sliowed prostate cancer risk reduction. A national 
survey documenting the prevalence aiui costs of altemadve 
medicine ti$e in the United States found that an -15 inilHcxn 
adults Or 18.4% of all prescription users took presciqTtian 
Bifidicationa concuirentiy with hed>al tesnedies and/or high- 
dose vitamins in 1997 (24). Efitimated e^enditures for 
alternative medidixe professional services were conservativety 
estimated at $21J2 bfllion in 1997, wifh at least $12J2 bilHon 
paid out-iSf-pockeL because most alteznattve medications liave 
not been, tested rigorously in zandomized^ coRttoUed trials^ it 
is not unreasonable to assume that rigorously evahiated 
medications shown to reduce cancer will be welcomed by 
people at risk (25). Althoq^ a medication, such as finasteride, 
may not be accepted due to concems over high-grade disease^ 
future medications may appeal to Individual patients even if 
not cost effective from a public health $tandpoint. 

The prgpo irtions of high-grade (Gleason score of ^7) tumors 
in the PCPT were 37% in the finasteride arm and 22^% in the 
placebo arm. Although certain d^ta suggest that ftiis finaster^ 
ide-afiso<iated increase in hieh-grade tumors may be due to 
a grading bias and not to inSy adv«aDoed disease, this issue is 
tmsettied- The distribution ot Gleason scores was impoztant 
however, in tfxe survival advantage and overall cost benefit 
of finasteride treatment in our mcxieL Our analysis Indicates 
that with the Gleason score distributions found in the PCPT, 
finasteride could be expected to oH&t a survival benefit 
of 0.28 month per individual (verstis placebo). Assuming 
that finasteride does not truly increase high-grade timws, 
however, we found that the survival advantage would be 
1-2 months per individual. This survival advantage translates 
into a Substantial benefit if it is averaged across the population 
targeted for cheomprevention. For example, tamoxifen was 
fcnmd to reduce the risk of breast canioer by 50% in a high-risk 
population (26) and approved by the Food and Drug 
Administration for reducing the risk of primoiy invasive 
breast cancer among women at high risk (27). Survival 
outcome modeling of Breast Cancer PTeveniion Trial results 
found that tamoxifen could increase survival by 2.3^ 1.4, and 



0.9 months for individuals initialing tamoxifen at ages 35, 50, 
and 60 years, respectively (23). 

In a previous examination of the implications of die PCPT 
(28), we used previously published data based an long-term 
OUtcxxmes for men with prostate cancer to determine Hie 
survival benefit conferred by chemc^revention with finaster- 
ide over a 15-year periixL As in this sataly^, we found a small 
but significant boiefit from treatment witti finasteride with 
population-wide gains in suzvival of monlhs per individual 
assuming no inczease in high-gxade canoeiB frcnn finasteride. 
The tt£e of Marisov modeling, however, alk)ws for a more 
accurate estimate of theiiet gains inchemoprevenfion. Markov 
modeling allows for incoxporating distinct transitian rates for 
varkKis stages of disease based on data £Dom patients with 
stemig and ^ding characteristics similar to those In the 
FOPT. In addition, the model can account for lifetime benefHfi, 
including ttiose gaizted or lost near the end of life. Further- 
morev ^ present model Included the time £rom initiatiiig 
finasteride to (he diagnosis of prostate cancer (based on age- 
specific xnddenoc rates of the PCPT), which was iwt inchided 
in our previously published analjrsis. 

The results of our study are siznilar to tiiose recently reported 
by Zeliadt et aL (29), who also found that finasteride was not C09t 
effective for men &ge 55 years or older at a cost of $233,000 per 
LYS assuming that fina^eride prevents 25% of bo£h lugh- and 
low-grade cancers. In tihe ZeH^t analysis^, the prostate cancer 
incidence rates were based on Survpillance,. Epidemiology, and 
End Resulb data. In contrast, we used inddence rates found 
in (he PCFT to appropriately estimate rates that mig^t be found 
in a population more hea^dly screened than the Surveillance, 
Epidemiology, and End Results population. Despite using 
differ^t incidence rates, bofii models indicate that only a small 
ptoporiion of the overaU population devek)ps prostate cancer. 
Therefore, a substantial portion of the cost is generated by 
giving finasteride to men wtio wotild never develop prostate 
cancer without finasteride. Ev«i when applying cost for salvage 
ftierapy and chemotherapy to a large percentage of patients 
diagnosed with prostate cancer in our m<^eli the cost 
effectiveness from finasteride changed minimally. 

The benefit of a preventive intervention depends in part on 
the basehne risk of the population receiving it To examine the 
effects of applying a chemoprevention strategy within a selected 
population at high risk, we did a sensitivity analysis by 
adjusting disease prevalence. Applying diemopreveiuion to a 
hig^-risk group, such as men with hi^i-gcade prostatic tcitra- 
epilheilal neqpla^a or men with a family history of prostate 
cancer, would improve the cost effectiveness ratio. Therefore, 
this model can be used in detezmining appropriate target 
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populations for chemopreventicTn strategies. This sensitivity 
analysis^ however, assumes tet finasteiide would produce tiie 
satne relative iisk reduction in lower- or Ngher-iisk popula- 
tions, whidi is speculative. As our ability to identify hi^-iisk 
populations improves and as new chemopreventive agents are 
discovered, it is quite possible that cos^effective agente will 
become available. Ceriaiitly, when the patent on finasteride 
ends;^ Ihe cost of the drug will decease and the cost 
eCfectiveness ratio will si^uficanfly improve^ possibly m^idng 
finasteride pzevention In certain hlg^-cisk populatiorte eco- 
tiaxDs^Ify beneficiaL 

Our analysis has certain limitations. Aliemntive treatment 
modalities for tiie primary management of prostate cancet may 
vary sigmficantiy in cost HmSig and method (tf hc^mone 
ablative therapy can considerably a£fiect the finaxidal burden 
of Bie disease. In additioocw omr costs important txm a 
sodetal perspective, sath as loss of productivity or travel were 
not consLdered. Some ixuiocuracy of cost and tzsnsition rates, 
however, is unavoidable given the variability of different 
practice patterns, local costs, and differenocs in prostate cancer 
outcome found in published series. For the most pait^ we chose 
the highest estimatas of the cost available in tenns of treatmeit 
or living with the disease to bias toward lavorin^ treatment 
with finasteiide. In add iti c n\ ihe durati on of Gie effect from 
finasteiide is unknown because the FCPT only evaluated 
patients for 7 years. We modeled the uee and risk reduction 
of finasteride over a 20-year period (beginning in men ages 
50 years old) becatise age 70 years is typically the cutoff used 
for prostate caxKer screening. 

In conclusion, finasteride, at its current cost would not be 
cost-effective pr ost ate cancer prevention for a population of 
lower-risk men ages 50 years or older. Targeting hi^er-iisk 
populations, however, would increase the cost at which 
finasteride would txcome cost^efiiective prevention. A ma^ 
current direction of prostate rancer prevention study i$ me 
development of models based on molecular and other factors 
tihat can identify high risks of prostata cancer, particularly 
aggressive prostate cancer (10). This work promises to make 
cost-effective prostate cancer chemoprevention on attainable 
goal, ^ 
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